Introduction Results

Method
 3-M Syndrome is a rare autosomal recessive primordial growth disorder associated with a distinct facial appearance, prominent fleshy heels and minor skeletal abnormalities 1 (Fig. 1) .
 Caused by mutations in CUL7, OBSL1 and CCDC8 2, 3 .  In cells derived from patients with 3-M syndrome, Growth hormone and IGF-1 signalling and expression of IGF-2 and insulin receptor isoforms are all altered 3-5 .
 Fibroblasts were cultured from skin biopsies taken from 3 3-M patients (1 each with a CUL7, OBSL1 or CCDC8 mutation) and from normal controls.
 Sub-confluent cells were stimulated with 500ng/ml IGF-2 or 100ng/ml insulin for 0, 5, 15 and 60 minutes.
 Relative phosphorylation of AKT was assessed by western blotting and comparisons made both within and between cell lines.
In view of this altered growth factor signalling, we have investigated the activation of AKT by IGF-2 and Insulin.
 Relative pAKT was reduced in 3-M fibroblasts compared to normal cells when stimulated with either insulin (p = 0.048) or IGF-2 (p = 0.033) (Fig. 2) . 
